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The health of the Cornish tin miner Ms Proctor's erudite and interesting history (November 1999 JRSM, pp. 596±599) covers the period from 1840 to 1914. J S Haldane travelled to Cornwall in 1904 believing that the miners' breathlessness was due to lung disease and found that anaemia due to hookworm (Ankylostoma duodenale) was endemic in tin mines and a major cause of breathlessness due to the resulting anaemia. The reason why Cornish tin miners suffered so severely from hookworm while it was not found in coal mines was that the seams of tin run vertically while coal seams run horizontally. The tin miners could walk to the tin face while coal miners had to crawl to the coal face. It was therefore considered very unacceptable to defaecate in coal mines but allowable in tin mines, where the miners were able to move upright. Faeces containing the hookworm larvae were deposited on the ladder rungs from the feet of miners walking over the faeces of their colleagues. From the ladder, their hands came into contact with the larvae, which penetrated the skin, reached the lungs, climbed the respiratory tract and were then swallowed. The adult worm became attached to the upper part of the small bowel. Pulmonary tuberculosis was the great killer and later silicosis. In 1949, an experiment was started but quickly abandoned in the Geevor Tin mine to determine whether silicosis could be prevented by inhalation of aluminium dust, which was thought to compete for solubility with the silica dust. A group in one changing room inhaled aluminium dust with a group in another changing room acting as control. Fifty years later, one does wonder whether there has been an increased incidence of Alzheimer's disease in the area, due to absorption of aluminium. Dr Lim and colleagues found that, although general practitioners responded appropriately to reports of abnormal chest X-rays, the delay before patients were seen in hospital could be excessive (September 1999 JRSM, pp. 446±449). They argue for direct referral from the radiology department to respiratory physicians. I am a retired radiologist who introduced open access for GPs in 1960. All patients whose radiography suggested the possibility of neoplasm were referred by me direct to the regional thoracic surgical unit, which was in the same hospital. In their review of the published work they may have overlooked additional neuro-radiological reports of possible associations between SLE, cerebral vasculitis and intracranial aneurysms that may be helpful in increasing our understanding of these conditions. Although a clinical diagnosis of SLE cerebral vasculitis is relatively common, true pathological or angiographic con®rmation is rarely achieved. The incidence of subarachnoid haemorrhage secondary to rupture of a berry aneurysm has been considered to be raised in patients with SLE 2±4 . There are additional reports of cerebral aneurysms occurring at atypical sites in individuals with SLE 5,6 which may also be multiple. In particular Kelly described a ruptured fusiform aneurysm of a posterior communicating artery that was associated with a transmural angiitis, suggesting that these atypical aneurysms may be secondary to a vasculitis itself 6 . Indeed there are at least ®ve reported cases of SLE cerebral vasculitis with fusiform aneurysms or arterial ectasia 7,8 . Dr Stratton's case report may represent a demonstration of the natural history of a small subgroup of patients with SLE, as they hypothesize, rather than an association between SLE and polyarteritis nodosa itself. The possible relationships between SLE, vasculitis and aneurysm development are intriguing but unresolved. Aggressive management of lupus vasculitis may itself reduce the incidence of these potentially fatal associations. Medical big game hunters wishing to bag other reports of tiger bite after reading that of Papadopoulous et al. 1 should not neglect to beat the leaves of the Quarterly Journal of Medicine wherein lies concealed a report 2 on a police inspector who, sent to shoot a troublesome tiger, was himself pounced upon by the beast from the thatched roof of a deserted hut. The man suffered severe mauling of the soft tissues of the back, followed by myoglobinuria and acute renal failure. His neck escaped injury and he made a good recovery. The tiger was shot. Subsequently, and not surprisingly, the patient changed his profession and emigrated to the West. Younger colleagues should be cautioned against pursuing this topic. Attempts to frame its fearful symmetry will be professionally unrewarding, since the aetiological agent will soon be eradicated.
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